The role of nutrition in health and disease has been appreciated from time immemorial. Around 400 B.C., Hippocrates wrote: "Let food be thy medicine and medicine be thy food." In the 12 th century, the great philosopher and physician Moses Maimonides wrote "any disease that can be treated by diet should be treated by no other means." Now, in the 21 st century, we are bombarded by claims in the media of "superfoods," wondrous nutritional supplements, and special diets that promise to cure or prevent disease, improve health, and restore functioning. Much of the focus has been on neurological disease, brain health, and psychological functioning (behavior, cognition, and emotion).
memory (e.g., episodic/semantic, declarative/procedural, retrospective/ prospective) after an exercise regimen (of what type? how vigorous? how often?) remains to be determined.
Speaking of fats, there is at least one form of high-fat diet that has clear neurotherapeutic and perhaps neuroprotective effects. As described by McDonald and Cervenka [8] , the ketogenic diet, which combines large amounts of fat with very low amounts of carbohydrates, induces the liver to produce ketone bodies (acetoacetate and β-hydroxybutyrate) which are then used as a source of energy for neurons. Ketogenesis also alters the balance of excitatory and inhibitory neurotransmitters, modifies gene expression, reduces oxidative stress and inflammation, and has other effects on brain function. The ketogenic diet was introduced for the treatment of epilepsy 100 years ago, and is today a pillar in the treatment of medication-refractory seizures. It is currently being investigated for a wide variety of other neurological disorders, including stroke, glioblastoma, amyotrophic lateral sclerosis, and Alzheimer's disease.
In the final contribution to this volume, Poulimeneas and colleagues [9] tackle a vexing question in nutritional neuroscience, namely the brain mechanisms that support successful weight loss in obese people. They review the literature on functional neuroimaging in weight-loss maintainers compared to currently obese and lean individuals. Although only eight studies, using very different methods, were located, some trends were discerned. Formerly-obese people appear to display the same cerebral activation to food stimuli in reward-related brain regions as do obese people. However, they also display heightened activation in regions of the prefrontal cortex associated with inhibitory control. The authors then speculate on the biological mechanisms underlying this "neural restraint" among weight-loss maintainers. Since most studies have been cross-sectional rather than longitudinal, we do not know whether these brain activation patterns are contributors to or consequences of successful weight-loss maintenance. One way to address this might be to determine whether those who lose and maintain a great deal of weight via bariatric surgery would display the same cerebral activation patterns as those who achieved their weight loss the "old-fashioned way" (diet, exercise, and behavior modification).
This slim volume cannot do justice to the richness of the evolving neuroscience related to diet and nutrition. I suspect that the next two decades will see even more exciting advances. Stay tuned.
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